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EDITORIAL COMMENT

From theory to the bedside of the patient: it’s a long
and devious way to go
L. Noyez

Published online: 13 August 2013
# The Author(s) 2013. This article is published with open access at Springerlink.com

Perioperative adverse cardiovascular events (PACE), although infrequent, are responsible for about 60 % of mortality after non-cardiac surgery [1].
Most PACE-related deaths are related to cardiovascular
complications as myocardial ischaemia, infarction, rhythm
disturbances and stroke [2, 3]. Despite technical improvements and increased monitoring in recent years, the rates of
PACE remain stable. Several articles deal with identification
of risk factors for PACE and several risk stratification models
have been presented [4, 5].
As Grobben et al. [6] state, recognition of PACE is
difficult, certainly because these events are often masked
by the use of analgesics. Moreover, the classic cardiac
biomarkers as cardiac troponin are not reliable since operation and postoperative related factors also interfere with
the normal serum levels of these classic markers [7]. This
‘recognition problem’ of course results in difficulty in identifying variables that might indicate risk and in building a
risk stratification model. On that point Grobben et al. are
right that to ensure early recognition of PACE, knowledge
of its aetiology needs to be improved [6]. In their review
article, they focus on four pathophysiological mechanisms:
myocardial infarction type I, myocardial infarction type II,
non-ischaemic cardiac pathology and non-cardiac causes.
In the discussion the authors argue this distinction based on
the literature. What the authors, however, do not discuss in
their paper is how this pathophysiological distinction can
result in better recognition of PACE events, a condition sine
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qua non to identify perioperative variables that might indicate risk and to build and validate risk prediction models.
We may hope that their review will be a first step and will
have a more practical continuation resulting in better identification of PACE leading to identification of simple, objective and easily recorded variables associated with PACE and
so better patient care.
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